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Sarcoplasmic reticulum release channels from frog skeletal muscle display two types of calcium dependence 
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Equation 2 on page 225 should say: 
p0 = p0 max *[Ca2+ln/((K,)” +[Ca2+]n +[Ca’+]@+l)/&) 
instead of 
p,=p,,aX *[Ca’+]“/((K..)” +[Ca2+]” +[Ca2+]/&) 
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FEBS Letters 333 (1993) 334-338 (FEBS 13193) 
The second paragraph of the Discussion should read as follows: 
CSA protects mitochondria by inhibiting the hy- in the presence of CSA or EGTA the inner mitochon- 
drolysis of oxidized pyridine nucleotides, an obliga- drial membrane may become non-specifically permea- 
tory step in the sequence of events leading to Ca2+ ble [ 10,171. The protection by succinate is due to re- 
release and subsequent Ca2+ cycling [4], whereas ucci- versed electron flow, as will be described in detail 
nate protects by keeping mitochondrial pyridine nu- elsewhere. Pyridine nucleotide hydrolysis is also the 
cleotides largely reduced. Some of the radioactivity cause of the site I-specific inhibition of respiration in 
lost from mitochondria may also be attributed to in- the presence of prooxidants and Ca2+, as is evident 
tact pyridine nucleotides ince in the absence but not from protection by CSA, EGTA, or succinate. 
Also, reference 17 was missing from this article. Please see below for this missing reference. 
[17] Schlegel, J., Schweizer, M. and Richter, C. (1992) Biochem. J. 285, 65-69. 
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